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Background:  Atrial infarction is an easily missed condition due to its subtle electrocardiogram (ECG) findings. The ECG criterias by Liu 
and Sivertessen rely on PTa segment deviations, p wave abnormalities and atrial arrhythmias in making a diagnosis. Low atrial voltages 
and distractions by larger abnormal ventricular depolarization during ischemia account for the difficulty in appreciating these classic ECG 
changes. There are only limited reports in literature in which inferences have been made about atrial infarction by analyzing atrial lead 
electrophysiological data in patients with cardiac devices.
case:  A 62 year old Indian patient with ischemic cardiomyopathy and a cardiac resynchronization therapy defibrillator (CRT-D) 
implantation 8 months prior presented with a non-ST segment elevation myocardial infarction (NSTEMI). He had hypetension, diabetes 
mellitus and dyslipidemia. Coronary angiography showed a 100% occlusion of the proximal right coronary artery (RCA) which was re-
vascularized with a bare metal stent. The admission ECG showed normal sinus rhythm with biventricular pacing. However the post re-
vascularisation ECG showed absent atrial activity (neither sinus rhythm nor atrial pacing artefacts) with intact biventricular pacing.
decision Making:  The absence of atrial activity suggested loss of atrial capture and therefore abnormal CRT-D function. An alternative 
explanation was a mode switch to ventricular pacing only due to preceding atrial tachyarrhythmia but there was no evidence of any atrial 
activity from the ECG and a mode switch back would be expected. There was no right atrial lead macro-dislodgement or fracture on 
chest radiograph. Micro-dislodgement of the lead was unlikely given that the CRT-D was implanted only 8 months ago. A CRT-D check 
was useful and it detected the right atrial lead was neither able to sense any intrinsic atrial activity nor capture any pacing stimuli despite 
maximum threshold. The patient was monitored with spontaneous lead sensing and pacing function returning on day 7 of NSTEMI.
conclusion:  We suggest that the most likely reason for transient failure of the atrial lead was atrial infarction due to proximal RCA 
occlusion.
